Abnormalities of cell mediated immunity (CMI) are thought to be of fundamental importance in rheumatoid arthritis (RA).' Delayed cutaneous hypersensitivity (DCH) has been used as an in-vitro measure of CMI, and both normal and depressed DCH have been reported in RA,23 the more recent studies concluding that a depression of DCH does exist but without agreement over its relevance or cause.3 4 Malnutrition has a profound effect on CMI,5 and adults and children with protein energy malnutrition (PEM) have impaired DCH with the number and size of positive skin reactions being reduced.6 PEM also depresses the proportion and absolute number of T lymphocytes,7 alters the ratio of T cell subsets,8 and reduces lymphocyte transformation to mitogens and antigens.9 The potential to reverse these 'immune changes' with nutritional supplements has been demonstrated. 9 10 There has been little recent work on nutrition in RA with scanty or no reference to arthritis in nutritionaflxtbooks. 12 Yet RA is a systemic disease with weight loss often being a prominent feature and may be due to a variety of mechanisms: disease activity, anorexia (induced both by the illness and by anti-inflammatory drugs), and difficulties in buying and cooking food. 13 With the Accepted for publication 13 (Table 1) . Thus anergy was not seen in controls but was present in 36% of RA patients (p< 0. 001). The sum score for the RA group was 6-33 + 6 99 (mean + SD) compared with 1 8X 04 ± 9 81 for controls (p<O OO1). Fig. 1 illustrates the generalised reduction in reactivity in RA patients compared with controls, which can be seen as a shift to the left in that the mode number of positive tests for RA was 0 whereas for controls it was 3. No RA patient had greater than 4 positive reactions.
Comparison of the anergic and reactive subgroups of RA patients did not show any statistically significant differences in any of the factors measured (Table  2) . Anergic patients tended to have more severe disease with a nonsignificant increase in disease duration, in seropositivity, and in the proportion with nodules and erosions as compared with the reactive group. There was no significant difference between the 2 groups in measurements of disease activity, but anergic patients had a higher ESR and a longer duration of early morning stiffness. The 2 groups were not distinguished by their drug treatments.
DIETARY AND ANTHROPOMORPHIC RESULTS
The 30 RA patients and the 30 controls were representative of the larger groups in terms of sex and age, and for the RA group in terms of disease activity and drug therapy.
The results of the dietary assessments (Table 3 ) revealed a close correlation between the diets of the RA patients and age and sex matched controls, with no significant differences between the 2 groups for any of the nutrients measured. Common features were the reduced total kcal and iron and increased protein compared with recommended daily intake (RDI). 22 Anthropomorphic measurements confirmed the similarity of the RA and control group with no notable differences in body mass index or mid-arm triceps thickness, with only the differences in albumin level reaching the conventional level of significance (p<0 05). Retinol binding protein levels did not show any difference between anergic and reactive groups or the low absolute levels previously found in RA.23 Analysis in terms of anergy showed the anergic group to be lower in total calories (accounted for by low fat intake) and fibre than the reactive group but again not significantly so. Unexpectedly the diet of RA patients (who were elderly and had lengthy disease duration) did not differ significantly from that of the control population, and the normal CMI and retinol binding protein confirm this lack of malnutrition.
The anergic group of patients had a non significant reduction in kcal, but they, like the reactive group, more than compensated for any diversion of protein to calorific purposes by their high protein intake.
In summary we have shown a significant generalised reduction in DCH to recall antigens in RA, with the lack of distinguishing features between anergic and reactive groups encouraging our belief that this may be an indicator of a fundamental abnormality of CMI in RA. The dietary and anthropomorphic measurements revealed no evidence for significant PEM in RA or for a difference between RA and controls in nutritional status. Diet did not play a major role in the anergy seen in RA. This is both reassuring, in that our patients are not suffering nutritionally as a result of their disease, and disappointing, in that there is little opportunity to improve CMI by dietary manipulation. 
